Report of a Case | A previously healthy man in his 30s awoke one morning with acute, extreme vertigo; unsteady gait; and dyscoordination. His symptoms progressed despite treatment with diazepam and meclizine, and he presented to our hospital 1 month after symptom onset unable to walk or feed himself. Neurologic examination was significant for oscillopsia, nystagmus in all directions of gaze, scanning speech, and profound truncal and appendicular ataxia. He could neither stand nor ambulate owing to imbalance.
Institutional review board approval was not obtained because it is not required for case reports at our institution; the patient provided oral consent.
Brain magnetic resonance imaging revealed leptomeningeal enhancement between the cerebellar folia ( Figure 1A) Figure 2) . The patient underwent treatment with intravenous immunoglobulin for 5 days (0.4 g/kg/d), followed by 1 g intravenous solumedrol daily for 5 days along with intensive physical, occupational, and speech therapy but failed to improve clinically. The mediastinal mass was resected on hospital day 16, and repeated magnetic resonance imaging 3 weeks after presentation (6 days postresection) showed resolution of cerebellar enhancement and subtle cerebellar degeneration ( Figure 1B) . He was discharged to a rehabilitation facility and, at 6-month follow-up, remained wheelchair dependent with persistent ataxia and diplopia. He was lost to follow-up before more aggressive treatment could be instituted. Discussion | The cerebellum is a frequent immunologic target, perhaps because its Purkinje cells possess multiple optimal antigens. The most commonly described cerebellar syndromes are paraneoplastic, but many others have been described in the setting of non-neoplastic disease such as gluten ataxia, anti-GAD antibodies, or postinfectious cerebellitis.
1 Immune-mediated ataxias tend to affect the cerebellar vermis first: imbalance, speech, and vision changes are common initial presentations. An early magnetic resonance image may show meningeal enhancement; atrophy is seen on later scans. 2, 3 Paraneoplastic cerebellar degeneration generally carries a poor prognosis but immune-mediated cerebellar syndromes can have variable outcomes. 1, 3 Our patient was lost to follow-up before maintenance immunotherapy could be instituted or more aggressive immunomodulatory therapies could be trialed, which may have improved his long-term outcome. Castleman disease is a lymphoproliferative disorder subcategorized by morphology (unicentric vs multicentric) and histopathology (hyaline vascular, plasma cell, or human herpesvirus 8-associated variants). Although Castleman disease is by definition non-neoplastic, its more aggressive plasma cell and human herpesvirus 8-associated forms have been described with other paraneoplastic disorders such as POEMS (polyneuropathy, organomegaly, endocrinopathy, monoclonal protein, and skin changes) syndrome and Kaposi sarcoma, as well as with hematologic malignancies such as Hodgkin and non-Hodgkin lymphoma, which in turn have been associated with cerebellar syndromes. 3, 4 Our patient had the more common hyaline vascular form (representing approximately 90% of Castleman disease cases); this subtype has rare autoimmune or paraneoplastic associations. A specific autoantibody in this case was not identified. Neither anti-mGluR1 nor CASPR2 antibodies were tested; both have been found in cases of unexplained cerebellar ataxia.
